Myocardial bridges are a congenital anomaly in which a segment of the coronary artery takes a "tunneled" intramuscular course. Few reports have associated myocardial bridges with left-ventricular dysfunction in patients with ischemia. Intermittent left bundle branch block is a conduction disturbance that has been described to be associated with myocardial bridges and cardiac memory. This study reports unusual associations of multiple myocardial bridges, angina, left-ventricular dysfunction, intermittent left bundle branch block, and cardiac memory.
| INTRODUC TI ON
The suspicion and study for diagnosis of coronary disease includes evaluation of the patients' symptoms and assessment of their risk factors. It is essential at the time of decision making to request diagnostic studies and to follow specific protocols. Unusual findings on diagnostic studies should provide reason to suspect and confirm other pathological conditions with similar symptoms.
Under such conditions, using new diagnostic techniques can provide a better evaluation, thereby allowing correct diagnosis and an adequate treatment plan.
| C A S E PRE S ENTATI ON
A 46-year-old man consulted the cardiology department for stable angina CF II of 1 year of duration. He had a history of arterial hypertension (HTA) treatment with enalapril and had a previous history of smoking (10 years ago). His father had HTA and had died at the age of 50 years from an aortic aneurysm.
His vital signs included: heart rate, 80 beats/min; blood pressure, 120/90 mmHg; and respiratory rate, 16 breaths/min. He appeared healthy, with no cardiac heaves or lifts. His lungs were clear without any rales or wheezes. The point of maximal impulse (apical impulse) was noted at the mid clavicular line, in the fifth intercostal space, and normal S1 and S2 paradoxical splitting was observed, with regular rate and rhythm. No murmurs, S3 and S4, friction rub, jugular venous distention or pulsations, and peripheral edema was noted.
Routine 12-lead electrocardiogram (ECG) showed sinus rhythm with left bundle branch block (LBBB; Figure 1a ).
A New ECG was performed as control and showed normalization or the QRS duration (80 mseg), evidencing intermittent LBBB, rate-dependent LBBB, and changes involving the ST and T waves. To assess myocardial ischemia, myocardial perfusion imaging was performed with decreased markers in segments of the anterior, apical, septal, and inferior wall. LVEF was 38%. The patient was diagnosed with angina CF II with myocardial ischemia in the described segments. 
| D ISCUSS I ON
Myocardial bridging is a congenital anomaly in which a segment of the coronary artery takes a "tunneled" intramuscular course under a "bridge" of the overlying myocardium. Vessel compression in systole results in hemodynamic changes that may be associated with angina, myocardial ischemia, acute coronary syndrome, left-ventricular dysfunction, apical ballooning syndrome, or even sudden cardiac death.
This was first described anatomically by Reyman in 1737 (Hostiuc, Rusu, Hostiuc, Negoi, & Negoi, 2017; Reyman, 1737 ).
Ferreira has characterized myocardial bridges of the LAD artery fas pathology into two distinct subtypes. The more common "superficial" bridges (approximately 75% of cases) involve the LAD artery that is situated normally in the intraventricular groove but is intersected by a muscle bundle perpendicularly or at an acute angle.
There is also a "deep" variant, in which the LAD artery deviates toward the right ventricle and dives into the intra-ventricular septum, with an overlying longitudinal muscle bundle arising from the right ventricular apex and crossing the tunneled segment transversely, obliquely, or helically before terminating in the intra-ventricular septum (Ferreira et al., 1991) .
Left bundle branch block (LBBB) is a conduction disturbance associated with increased cardiovascular morbidity, mortality, coronary artery disease, hypertensive heart disease, aortic valve disease, and cardiomyopathy. Myocardial bridge (MB) has been described as as- CCTA provides a three-dimensional image of excellent quality, including information on the origin, course, and anatomic relationships among the anomalous vessels, allowing differentiation between benign and malignant variants. These entities require different management (Konen et al., 2007) .
| CON CLUS ION
Patients with LVSD of indeterminate origin should be evaluated to rule out associations such as myocardial bridges as a cause of their cardiomyopathy. A novel diagnostic method such as CCTA is useful for diagnosis. It allows appropriate therapeutic decision-making post diagnosis. This would allow us to accurately determine the prevalence of the association described in these findings, found in the patient.
The presence of multiple myocardial bindings and LVSD associated with this. The intermittent LBBB with cardiac memory.
Everything reported associated with the presence of MB, but unusual presence of all these in this case.
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